adrenergic blockers. [2,3] These medications can also reduce systolic blood pressure and may compound the vasoactive effects of sedation medications. [4,5] It would provide readers a more comprehensive picture of the associated risks of procedural sedation if the authors reported the following: (1) the presenting systolic blood pressures; (2) the pre-sedation rate-reduction medications received by their cardioversion cohort; and (3) an evaluation of the associations between rate-reduction medication reception and subsequent hypotension. This supplemental analysis will serve to enhance the impact of the study. 
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Dear editor,
We read with pleasure the well-designed study by Butler et al of electrical cardioversion of emergency department patients with atrial fi brillation.
[1] We appreciate their analysis of the distinctives of procedural sedation when employed for this indication. Understanding the dosing adjustments to propofol undertaken by their sedationists will help us more carefully evaluate our own approach to sedating patients undergoing electrical cardioversion of atrial fi brillation.
The greater incidence of hypotension in the cardioversion group in relation to the comparators (27.6% vs. 16.5%, P<0.001) despite the signifi cantly lower doses of propofol and fentanyl deserves comment. The two cohorts were different in several ways. As the authors point out, the atrial fibrillation patients undergoing electrical cardioversion were older than their non-cardioversion counterparts and had a greater comorbidity burden. It is likely that attending these differences in clinical profiles were variations in pre-arrival pharmacotherapy, which may also have had a bearing on blood pressure responses to propofol administration and electrical cardioversion.
But there are several key pre-sedation variables missing from the analysis that would help us understand the context of the hypotension that developed during the patients' emergency department management. Many patients seeking emergency care for atrial fibrillation present with a rapid ventricular response. This alone may be associated with a lower systolic blood pressure, even before the administration of sedation medications. Moreover, this rapid ventricular response is often treated with atrial-ventricular nodal blockers, like nondihydropyridine calcium channel blockers and/or beta-
